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IMPACTS DES HÉPARINES DE BAS POIDS 
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Les données sur l’utilisation des héparines de bas poids moléculaire 
(HBPM) dans la prise en charge des syndromes coronariens 
aigus (SCA) chez les patients âgés rapportent des résultats 
contradictoires en termes de mortalité et de complications 
notamment hémorragiques. Nous avons souhaité évaluer, à 
partir des données du registre FAST-MI de la Société Française de 
Cardiologie (registre national ayant inclus pendant un mois les 
SCA hospitalisés au sein de 223 centres participants), l’impact 
des HBPM sur les saignements (majeurs, mineurs), les transfusions 
sanguines et la survie à 12 mois chez les patients âgés. 884 
patients (≥ 75 ans) ont été inclus (moyenne d’âge 82 +/-5 ans ; 
50 % de femmes ; 35 % de SCA ST +). Les saignements majeurs 
et les transfusions étaient signifi cativement moins fréquents en 
cas d’utilisation d’HBPM par rapport à l’héparine non fractionnée 
(HNF), avec respectivement 6.3 vs 2.3 % (p = 0.02) et 10 vs 
4.8 % (p < 0.01). La survie à un an était aussi signifi cativement 
plus importante avec les HBPM qu’avec l’HNF (p < 0.01). Les 
analyses multi variées ont retrouvé que l’insuffi sance rénale et 
la fréquence cardiaque ≥ 100 bpm à l’admission étaient associées 
à une augmentation signifi cative des saignements majeurs ; que 
l’artériopathie périphérique et l’insuffi sance rénale étaient 
associées à une augmentation signifi cative des transfusions 
sanguines ; qu’un score GRACE élevé, la localisation antérieure, 
l’insuffi sance rénale et les antécédents d’accidents vasculaires 
cérébraux étaient associés à une augmentation signifi cative de 
la mortalité à 12 mois. Les résultats de cette étude rapportent 
donc que, chez les patients âgés hospitalisés pour un SCA, 
l’utilisation des HBPM est plus effi cace et plus sûre que l’HNF. Ce 
profi l favorable est confi rmé sur les analyses multi variées tenant 
compte des facteurs confondants. Les HBPM pourraient donc être 
une alternative sûre et effi cace à l’HNF dans la prise en charge 
des SCA chez les patients âgés.
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THOMAS CUISSET1, CORINNE FRERE2, JACQUES QUILICI1, 
LAURENT BALI3, RAPHAEL POYET1, MARIE CHRISTINE ALESSI4, 
JEAN LOUIS BONNET1
1 CHU Timone, Service de Cardiologie Interventionnelle, 
Marseille, France 
2 Inserm, U626, Faculté de Médecine, Laboratoire d’Hématologie, 
Marseille, France 
3 CHU Timone, Department of Cardiology, Marseille, France 
4 Inserm, U626, Faculté de Médecine Timone, 
Laboratory of Haematology, Marseille, France
Objectives — We investigated the hypothesis that biological aspirin 
“resistance” may often be related to non compliance in patients 
undergoing coronary stenting.
Background — Premature discontinuation of antiplatelet therapy 
has been identifi ed as a major risk factor for stent thrombosis and 
prior aspirin withdrawal has been associated with poor prognosis 
after acute coronary syndrome.
Methods — We prospectively investigated the occurrence of aspirin 
non compliance in 136 consecutive patients undergoing coronary 
stenting receiving aspirin 75 mg daily. We analyzed post-treatment 
maximal intensity of arachidonic acid-induced platelet aggregation 
(AA-Ag) during hospitalization after controlled intake of aspirin 
and one month after hospital discharge. After one month, all non 
responders received controlled aspirin 75 mg and assessment of 
response was repeated. Aspirin non response was defi ned by AA-
Ag>30%.
Results — During in-hospital period, the range of AA-Ag varied from 
0 to 34% with a mean value of 7.5±10% and 4 patients (3%) were 
classifi ed as non responders. One month after discharge, AA-Ag of 
the population was signifi cantly higher than during the hospital 
phase (15.3±23 vs 7.5±10%, p=0.0004) and 19 patients (14%) were 
identifi ed as non responders. After controlled administration of 
aspirin, all but one of these “non responders” became responders 
and were identifi ed as patients with non compliance rather than 
biological resistance.
Conclusion — Aspirin resistance is rare in compliant patients 
using methods that directly indicate the degree of platelet 
cyclooxygenase inhibition. More than 10% of patients receiving 
aspirin for coronary stenting are non compliant for aspirin therapy 
during the fi rst month after stenting. These results suggest a need 
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A PROSPECTIVE, RANDOMIZED STUDY
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Introduction — Numerous biological studies have reported inter-
individual variability in platelet response to clopidogrel with clinical 
relevance. High Post treatment platelet reactivity (ADP-induced 
aggregation >70%) has been proposed to defi ne Non response to 
clopidogrel. We assessed in clopidogrel non responders undergoing 
elective percutaneous coronary intervention (PCI) the benefi t of 
adjusted antiplatelet therapy with glycoprotein IIbIIIa (GPIIbIIIa) 
antagonist administration during PCI for one month clinical outcome.
Methods and results — 149 clopidogrel non-responders referred 
for elective PCI were prospectively included and randomized to 
“conventional group” (n=75) or “active group” with GPIIbIIIa 
antagonist (n=74). All patients received 250mg aspirin and 600 mg 
clopidogrel before PCI and platelet testing. The rate of CV events 
at one month was signifi cantly lower in the “active group” than 
in the “conventional group”: 19% (n=14) vs 40% (n=30), p=0.006, 
[OR (95%CI): 2.8 (1.4-6.0)]. No patient in either group had post 
procedural TIMI major bleeding or required transfusions.
Conclusion — The present study suggested benefi t of tailored 
antiplatelet therapy during elective PCI with GPIIbIIIa antagonist 
























Kaplan-Meier analysis for 30-day CV events
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Aims — We assessed prospectively the association between 
occurrence of post-discharge non-CABG-related TIMI major and 
minor bleedings and post treatment platelet reactivity in patients 
with Non ST Elevation Acute Coronary Syndrome (NSTE ACS).
Methods and results — 597 consecutive patients admitted with 
NSTE ACS were prospectively included. Between hospital discharge 
and one month follow-up, we observed 16 (2.7%) non– CABG-
related TIMI hemorrhagic complications including 5 (0.84%) major 
and 11 (1.8%) minor bleeds. Patients with bleeding had signifi cantly 
lower post treatment values of ADP-induced aggregation (43±14% 
versus 56±19%, P=0.002) and platelet reactivity index VASP (43±14% 
versus 54±23%; P=0.04) and a trend for lower values of arachidonic 
acid-induced aggregation (2.4±5.4 versus 13±21; P=0.27). After 
stratifi cation by quartiles based on post treatment ADP-induced 
platelet aggregation, we identifi ed patients in the fi rst quartile as 
hyper-responders with very low post treatment platelet reactivity, 
below<40%. The risk of TIMI major and minor bleeding was 
signifi cantly higher in the fi rst quartile of hyper-responders than in 
the others quartiles: 10 (6.6%) versus 6 (1.4%), p=0.001.
Conclusion — Our results suggest that assessment of post treatment 
platelet reactivity might be used to detect hyper responders to 
antiplatelet therapy with higher risk of non-CABG related bleedings 
and tailor antiplatelet therapy according to both ischemic and 
bleeding risk.
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POLYMORPHISME P450 2C19 G > A ET RÉPONSE 
PLAQUETTAIRE À L’ADP APRÈS ANGIOPLASTIE 
PERCUTANÉE CHEZ DES PATIENTS TRAITÉS 
PAR CLOPIDOGREL ET RELATION AVEC LA SURVENUE 
D’ÉVÉNEMENTS CARDIOVASCULAIRES MAJEURS
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Contexte — En cas d’angioplastie coronaire percutanée avec mise 
en place d’un stent, l’association aspirine/clopidogrel prévient 
l’occlusion du stent. Cependant 1 à 3 % des patients présentent 
une thrombose de stent, suggérant la persistance d’une activation 
plaquettaire sous traitements antiagrégants.
La capacité des thiénopyridines à inhiber l’agrégation plaquettaire 
induite par l’ADP est variable et le polymorphisme du cytochrome 
P450 2C19 G > A est associé à une diminution de l’effi cacité du 
clopidogrel.
Objectifs — Nous avons étudié, chez des patients traités par 
clopidogrel, si ce polymorphisme était associé à une variabilité de 
réponse des plaquettes à l’ADP et à un risque majoré de MACE 
(Major Adverse Cardiac Event).
Méthode — 24 cas (patients ayant développé un MACE dans le mois 
suivant la pose d’un stent) et 53 témoins appariés (selon l’âge, le 
sexe, le type de stent, la date de l’angioplastie et les posologies 
de clopidogrel et d’aspirine au moment de l’angioplastie et au 
long cours et n’ayant pas présenté de MACE dans les 6 mois suivant 
l’angioplastie) ont été inclus de façon prospective et rétrospective. 
Lors de l’inclusion, les patients étaient traités par clopidogrel 
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(75 mg) et aspirine (160 mg). Pour rechercher une mauvaise réponse 
au clopidogrel, les tests d’agrégation plaquettaire à l’ADP (5 μmol) et 
le test Verify Now® P2Y12 (Accumetrics, États-Unis) ont été réalisés 
ainsi que le génotype 2C19 du CytP450 étudié par PCR.
Résultats — 77 patients (24 cas, 53 témoins), d’âge moyen 68 ans 
[58-79], dont 64 hommes (83 %) ont été inclus. La valeur PRU 
(platelet reactivity unit) mesurée par le Verify Now® P2Y12 était 
signifi cativement plus élevée chez les cas (médiane 249) comparés 
aux témoins (médiane : 207 PRU) (p = 0,05). L’agrégation plaquettaire 
induite par l’ADP (5 μmol) était similaire dans les 2 groupes de 
patients. 4 cas parmi 24 (17 %) étaient porteurs de l’allèle CYP2C19 
A à l’état homozygote comparés à 2 témoins sur 53 (4 %) (p = 0,05). 
Aucune relation entre le polymorphisme et les valeurs d’agrégation 
n’a pu être retrouvée en raison du trop faible effectif.
Conclusion — Cette étude démontre l’existence d’une association 
entre le polymorphisme du gène CYP2C19 et la survenue d’événements 
cardiovasculaires majeurs chez les patients traités par clopidogrel 
après angioplastie percutanée avec pose d’un stent.
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PLATELET REACTIVITY ASSESSED BY FLOW 
CYTOMETRIC VASP PHOSPHORYLATION IS 
AN INDEPENDENT PREDICTOR OF DEATH 
AND CARDIOVASCULAR DEATH IN UNSELECTED 
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Background — Impaired platelet responsiveness to clopidogrel is 
thought to be a determinant of cardiovascular events following 
percutaneous coronary angioplasty. The platelet VAsodilator 
Stimulated Phosphoprotein test (VASP) using fl ow cytometry is a 
new clinically practical platelet activation assay specifi c of the 
P2Y12 ADP receptor-pathway.
Methods — In a large prospective cohort of unselected patients 
undergoing urgent or planned PCI (n=300), we examined whether 
poor platelet response to clopidogrel assessed by VASP analysis 
after PCI could be a reliable marker of cardiovascular mortality 
during follow-up. After PCI, VASP analysis was performed at least 
6 hours following a ≥300mg bolus dose of clopidogrel or later (up to 
72h). Poor platelet response to clopidogrel was defi ned as a VASP 
value >69% (PPR+). This value corresponds to the mean value –2 SD 
measured in untreated patients. Patients were followed at least 
6 months for the occurrence of death, cardiovascular death, non-
fatal myocardial infarction, target vessel revascularisation, and 
stroke. Follow-up was completed in 280 patients.
Results — PPR+ was evidenced in 76/280 patients (27.1%). Mean 
cumulative dose of clopidogrel at time of sampling was equivalent 
between groups (PPR+: 619±1054 mg vs PPR-: 556±478 mg; p=0.623). 
By univariate analysis, body weight, history of diabetes were 
associated with PPR+. At follow-up, all cause and cardiovascular 
mortality were higher in PPR+ patients (respectively: 9/76 (11.8%) 
vs 8/204 (3.9%); p=0.022 and 7/76 (9.2%) vs 5/204 (2.5%); p=0.02). 
After adjustment for other parameters that affect mortality 
namely history of stroke, renal failure, PPR+ and history of stroke 
remained independent predictors of mortality.
Conclusion — In unselected patients undergoing PCI, poor platelet 
responsiveness to clopidogrel (>69%) assessed by fl ow cytometric 
VASP phosphorylation is an independent predictor of death and 
cardiovascular death.
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BRAIN-DERIVED NEUROTROPHIC FACTOR AS A MARKER 
OF PLATELET ACTIVATION IN PATIENTS WITH ACUTE 
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Background — Little is known about the role of neurotrophins 
(NT) under adult vascular homeostasis in normal and pathological 
conditions. The NT family, including nerve growth factor (NGF) 
and brain-derived neurotrophic factor (BDNF) are expressed in 
atherosclerotic vessels. Previous studies demonstrated that plasma 
BDNF levels were increased in the coronary circulation in patients 
with unstable angina. However, the role of BDNF during the onset 
and evolution of unstable angina remains to be elucidated.
Objective — To evaluate the relationship between BDNF, functional 
parameters and biological markers associated with infl ammatory 
processes.
Methods — BDNF serum levels were assessed in patients with acute 
myocardial infarction (MI) (n=20) or stable angina pectoris (SAP) 
(n=20) who underwent coronary angiography. Serum levels of IL-
6, MCP1, sVCAM, soluble CD40L and sP-selectin were measured 
simultaneously by fl ux cytometry. For more relevance, patients 
were matched by gender and age.
Results — Median BDNF levels were higher in the MI than in the SAP 
group (respectively 1730 vs 877 pg/ml, p=0.025). In MI patients, we 
observed a signifi cant correlation between serum BDNF concentration 
and sP-selectin (r=0.58, p=0.023). In contrast, no such correlation 
was observed in SAP patients (r= –0.22, p=0.425). No difference was 
observed between the two groups regarding baseline demographics, 
risk factors, biological data and angiographic fi ndings.
Conclusions — The study suggests that BDNF serum levels in MI 
patients could be related to platelet activation and the infl ammatory 
response. Further studies are needed to investigate the role of NT 
in the setting of acute MI.
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SILENT CEREBRAL INFARCTS IN PATIENTS 
WITH PULMONARY EMBOLISM AND A PATENT 
FORAMEN OVALE: A PROSPECTIVE DIFFUSION-
WEIGHTED MAGNETIC RESONANCE IMAGING STUDY
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Background — Pulmonary embolism is associated with a small 
but defi nite risk of paradoxical embolism in patients with a 
patent foramen ovale (PFO). While neurologic complications are 
unfrequent the incidence of clinically silent brain infarction is 
unknown. We assessed the rate of clinically apparent and silent 
cerebral embolism in patients with a pulmonary embolism (PE) in 
relation to the presence or not of a PFO.
Methods — We used diffusion-weighted magnetic resonance imaging 
(MRI) in patients hospitalized for a PE to assess embolic events. 
60 consecutive patients were evaluated at diffusion weighted MRI. 
Patients underwent neurological assessment before DW-MRI and a 
contrast echocardiography to detect PFO the following day.
Findings — Diffusion-weighted MRI showed bright lesions in 
6 patients among the 60 consecutives patients with PE, in a pattern 
consistent with embolic events. There was only one patient with 
a neurological defi cit. After contrast echocardiography a PFO was 
diagnosed in 15 patients (25%). The frequency of lesions in patients 
with a PFO was signifi cantly higher than in patients without PFO (5 
[33.3%] of 15 vs 1 [2.2%] of 45 patients, p<0·003).
Conclusion — In pulmonary embolism, cerebral embolic events 
are more frequent than the apparent neurological complication 
rate. The incidence of silent brain infarcts is closely related to 
the presence of a PFO suggesting a high incidence of paradoxical 
emboli in those patients.
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STRONG LOWERING OF THE CLOPIDOGREL 
ANTIPLATELET EFFECT WITH ESOMEPRAZOLE, 
BUT NOT WITH RANITIDINE AND RECOVERING 
OF THE ANTIPLATELET EFFECT BY DOUBLING 
THE DOSAGE OF CLOPIDOGREL
PAMELA MOCERI, LAURENT DROGOUL, PHILIPPE LANFRANCHI, 
JEAN-PIERRE CAMOUS, EMILE FERRARI
CHU Nice - Hôpital Pasteur, Cardiologie, Nice, France
Objectifs — Nous avons étudié l’effet de l’esomeprazole et de la 
ranitidine sur l’action antiplaquettaire du clopidogrel et de l’aspirine, 
et avons évalué l’effet du doublement de la dose de clopidogrel en 
association à l’IPP.
Introduction — La résistance au clopidogrel est corrélée à un 
moins bon pronostic cardiovasculaire. Cette résistance peut être 
le fait d’interaction médicamenteuse. L’omeprazole, un IPP, a été 
incriminé dans ce type de résistance acquise. Dans le monde réel, 
une prévention anti-ulcéreuse est souvent prescrite.
Matériel et méthodes — 21 patients coronariens en prévention 
primaire de la maladie ulcéreuse ont été inclus dans notre 
étude prospective en cross-over. Le dépistage d’une résistance 
plaquettaire à l’aspirine et au clopidogrel a été réalisé par le 
VerifyNow lors de 4 étapes thérapeutiques chacune d’une durée 
de 7 jours : T1 : traitement par aspirine 160 mg/clopidogrel 75 mg, 
T2 : même traitement en association à 20 mg d’esomeprazole, T3 : 
aspirine 160 mg/clopidogrel 150 mg/esomeprazole 20 mg, T4 : 
aspirine 160 mg/clopidogrel 75 mg/ranitidine 150 mg.
Résultats — Chez les 21 patients suivis, l’esomeprazole 20 mg/j induit 
une perte d’effi cacité anti-agrégante du clopidogrel de 32 ± 24 % 
(p < 0,001) sans modifi cation de l’effet de l’aspirine. L’association 
de l’esomeprazole au clopidogrel multiplie par 8 le nombre de non-
répondeurs au clopidogrel. La diminution de l’effet du clopidogrel 
est corrigée par l’augmentation de sa posologie à 150 mg ou par 
l’arrêt de l’esomeprazole. En revanche, la ranitidine ne modifi e ni 
l’activité anti-plaquettaire du clopidogrel ni celle de l’aspirine.
Discussion/conclusion — Notre étude met en évidence une forte 
interaction « négative » clopidogrel/esomeprazole. Le doublement 
de la dose du clopidogrel permet de récupérer l’effet anti-agrégant 
initial. La ranitidine ne modifi e pas l’effet du clopidogrel ou de 
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Évolution de la réponse au clopidogrel
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LACK OF DIAGNOSTIC OR PROGNOSTIC VALUE 
FOR THROMBOSIS MARKERS IN THE ASSESSMENT 
OF PATIENTS WITH CHEST PAIN SUSPECTED 
OF ACUTE CORONARY SYNDROME
SORAYA EL GHANNAUDI1, PATRICK OHLMANN1, 
LAURENT CALVEL2, MARIE-LOUISE WIESEL3, OLIVIER MOREL1, 
JACQUES KOPFERSCHMITT2, GÉRALD ROUL1, CHRISTIAN GACHET3, 
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1 Hôpitaux Universitaires de Strasbourg, Pôle cardiovasculaire, 
Strasbourg, France 
2 Hôpitaux Universitaires de Strasbourg, Urgences, Strasbourg, France 
3 Établissement Français du Sang, Strasbourg, France
Purpose — Plasmatic soluble GPV (GPV) is a novel platelet-thrombin 
activation marker. Here we tested the hypothesises that GPV 
might be an indicator of acute coronary syndrome (ACS) severity 
and/or an indicator of major cardiac events (MACE) at 30 days in 
patients presenting with chest pain. In addition to GPV, several 
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other markers were assessed: platelet factor 4 (PF4), prothrombin 
fragment 1+2 (F1+2), thrombin anti-thrombin complex (TAT) and 
von Willebrand factor (VWF). Troponin Ic (TnIc) and hsCRP were 
also measured at admission as usual screening protocol.
Methods — 218 patients presenting with chest pain were included 
prospectively. These patients were classifi ed in 5 groups on the 
basis of ECG and troponin screening results: 1) ST-segment elevation 
myocardial infarction (STEMI, n=24), 2) non STEMI (NSTEMI, n=29), 
3) unstable angina (UA, n=31), 4) stable angina (SA, n=11) and 5) 
non coronary chest pain (n=123). Cumulative major cardiac adverse 
events (MACE) including cardiac death, recurrence of myocardial 
infarction and revascularisation were evaluated at 30 days and.
Results — GPV levels were not different between the 5 groups 
(medians [IQR] ): 34.70 [21.70-41.40], 29.50 [20.00-36.20], 29.20 
[20.60-37.00], 27.60 [15.60-33.00] and 24.55 [18.95-32.68] ng/
ml in group 1 to 5, respectively (p=0.10, Kruskal Wallis). Specifi c 
markers for platelet activation (PF4) and thrombin generation (F1 
+2 and TAT) were also not different between groups. On the other 
hand, TnIc, CRP and VWF levels were signifi cantly higher in patients 
with ACS (groups 1,2 or 3) versus group 5 (p<0.001). At 30 days 
3 patients experienced death (1.5%) and 2 presented reinfarction 
(0.9%). None of the tested biomarkers appeared to be predictive of 
MACE in this population.
Conclusion — These results suggest that, in patients with chest 
pain, the levels of GPV, F1+2 or TAT measured at admission are not 
predictive of either the diagnosis of ACS or the prognosis of events 
at 30 days. Markers of infl ammation or endothelial damage could be 
more informative in this setting as suggested by the increased levels 
of CRP and VWF in patients with ACS compared to those without.
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VALIDATION OF A NEW POINT-OF-CARE TEST 
TO MONITOR ENOXAPARIN ANTICOAGULATION 
IMMEDIATELY BEFORE CATHETERIZATION
JOHANNE SILVAIN, FARZIN BEYGUI, ANA PENA, 
ANNE BELLEMAIN-APPAIX, OLIVIER BARTHELEMY, 
GUILLAUME CAYLA, DOMINIQUE COSTAGLIOLA, 
JEAN-PHILIPPE COLLET, GILLES MONTALESCOT
APHP - La Pitié-Salpetrière, Cardiologie - Pr KOMAJDA, Paris, France
Aim — Inadequate anti coagulation in patients undergoing 
Percutaneous Coronary Intervention (PCI) is associated with the 
occurrence of ischemic events.
Methods — We sought to assess a new point-of-care test -HEMONOX- 
in monitoring enoxaparin anticoagulation in 296 unselected patients 
undergoing PCI. Chromogenic anti-Xa (AXA), Hemonox Clotting 
Time (HCT) and activated Partial Prothrombin Time (aPTT) were 
assessed at baseline (T1) and 10’ after IV administration (T2) in 
patients receiving additional enoxaparin.
Results — The patients characteristics were: age: 61±14 y/o; male: 
75.7%, ACS: 41.3%, BMI >30: 16.5%; creat cl<60ml/min: 25.2%. The 
Median±IQR values were 0.16±0.17 and 0.89±0.28 IU/ml for AXA; 
74±11 and 155±153 sec for HCT, and 46±11 and 101±92 sec for aPTT 
at T1 and T2 time points respectively. HCT strongly correlated 
with Anti-Xa level rho=0.78 (95% CI 0.75-0.82, p<0.0001). When 
comparing a total of 486 values to discriminate patients with 
AXA<0,5IU/ml, the area under the receiver operating curve (AUC) 
(fi gure) for HCT was 0,95±0,01 (95% IC; 0,93-0,97; p<0,0001) versus 
0.89±0,01 (95% IC; 0.86-0.92; p<0.0001) for aPTT. The HCT threshold 
of 100 seconds identifi ed patients with inadequate anticoagulation 
(AXA<0.5 IU/ml) with a 92.6% sensitivity (IC 88.3-95.7%), an 88.2% 
specifi city (IC 83.7-91.8%) and a likelihood ratio=7.81.
Conclusions — Hemonox is a reliable point-of care test for monitoring 
the anticoagulation levels of enoxaparin with a high sensitivity to 
identify adequately anticoagulated patients undergoing PCI.
ROC curve for diagnosis of AntiXa<0.5UI/mL
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TIME COURSE AND PREDICTORS OF STENT 
THROMBOSIS DURING AND AFTER DUAL 
ANTIPLATELET THERAPY IN HIGH RISK RESTENOSIS 
POPULATION TREATED WITH FIRST GENERATION 
DRUG ELUTING STENT DURING 2003-2005 PERIOD
OLIVIER MARÇON, MICHAEL ANGIOI, FRÉDÉRIC MOULIN, 
BATRIC POPOVIC, HATEM ALOUI, CHARLES CHRISTOPHE, 
ETIENNE ALIOT
CHU Nancy Brabois, cardiologie Pr. Aliot, Vandoeuvre, France
Methods — Monocentric study including all patients (pts) implanted 
with a DES (Cypher or Taxus) during the 2003-mid 2005 period.
Results — The study population comprised 455 patients (male gender 
73%, mean age 64±11 years) with 587 lesions treated by 641 DES 
(240 Cypher, 401 Taxus). High risk restenosis factors were: diabetes 
(60%), multivessel disease (59%), reference vessel<3 mm (65%), 
bifurcations (6%), long lesions (11%), ostial lesions (6%) and total 
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occlusions (4%). Mean follow-up (FU) was 2±1 years. According to 
the defi nition, ST occurred in 36 pts (7.9%). Among the population, 
174 pts were still on dual antiplatelet (clopidogrel and aspirin) 
at a median FU of 623 (476-837) days. In this subgroup ST has 
occured in 17 pts (9.8%) at a median time of 134 (8-207) days. In 
the 281 remaining patients at least one antiplatelet agent has been 
discontinuated at a median time of 353 (247-399) days (clopidogrel 
72%, aspirin 22%, both 6%). Among them, 3 pts (1.1%) had ST before 
drug cessation at a median time of 1.25 (1-1.5) days and 16 pts after 
drug cessation at a median time of 443 (181-584) days. We failed to 
identify any predictive factors to ST in the whole population. Then, 
we analyzed the 278 pts with drug cessation without prior event. In 
this subset, ST occurred in 16 pts (5.7%). Univariate predictors of ST 
were diabetes (p<0.05) and duration of dual antiplatelet therapy 
(p<0.01). ST by terciles of duration of dual antiplatelet therapy 
(<271 days, 271 to 374 days, >374 days) were 11.1, 3.1 and 3.1% 
respectively. By multivariate analysis only duration of antiplatelet 
therapy<271 days was identifi ed as an independent predictor of ST 
(RR 95% CI, 3.24 (1.9-17.62), p<0.02).
Conclusion — In this selected population, according to our 
defi nition, suspected ST is a relatively common event after DES 
implantation. A long period of dual antiplatelet therapy (at least 
one year) appears to be mandatory to prevent late ST.
